In spite of much hypothesis and, more recently, experiment, the essential causal factor of disseminated sclerosis remains undiscovered. Most of the theories that dominated neurological thought during the latter part of the last century and the earlier part of the present were the result of conjecture based upon histological interpretation. Thus, some considered the disease was due to an inborn dysplasia of one or other elements of nerve tissue, either a maturation defect of myelin or a hyperplasia of glial cells, whereas others considered the disease to be an inflammatory response to some unknown organism or toxin gaining entry via the blood stream or the Virchow-R6bin spaces.
The modem view is that the histological changes in disseminated sclerosis give little clue to its aetiology, since the central nervous system will react only in a limited number of ways, and these depend upon the intensity rather than upon the specificity of the noxa. Focal demyelination with subsequent gliosis is one such ' reaction form. ' The production of perivascular demyelination in animals by widely different experimental methods supports this contention.
There has been no unanimity in the results of those who have sought to prove the infective origin of disseminated sclerosis. However, considerable interest has recently been aroused by the claim of Margulis, Soloviev and Schubladze (I946) Recently it has been found that a spontaneous demyelinating disease of lambs, swayback, only occurs in those animals reared on pastures deficient in copper, and that the disease can be prevented by feeding additional copper to the ewes. Swayback is analogous to Schilder's Disease rather than to disseminated sclerosis, but nevertheless it was obviously worth while to investigate copper metabolism in disseminated sclerosis. This has been done by Mandelbrote and bis colleagues (194S;  ; no difterences of statistical importance were found between normals, patients with disseminated sclerosis or other neurological controls. Despite these negative results the 'possible role of trace elements in the maintenance of the normal health of nervous tissue must be borne in mind.
A claim that disseminated sclerosis is caused by venous thrombosis has been put forward by Putnam (I935). His original claim was based on the interpretation of the histological appearance of blood vessels in postmortem material, and he subsequently supported it by producing foci of demyelination in animals by the obstruction of venules. His work has been criticized adversely by Greenfield and King (1936) , and by Dow and Bergland (1942) , who were unable to agree with his histological interpretation. Recently Lumsden (1948) has shown that the histological appearance in man resulting from widespread venous throm-bosis in the central nervous system bears no similarity to that of disseminated sclerosis.
Ferraro (1937) has conceived all the spontaneous demyelinating diseases as being varying degrees of reaction of a hypersensitivity type in the nervous system. The primary aetiological factor in such a case would be the factor that renders the central nervous system hypersensitive, and this Ferraro does not consider. McAlpine, when reviewing the subject (1946) , suggested that the central nervous system might become sensitized by an infection which had occurred months or even years before, and instanced the skin as a possible source of such infection. Considerable impetus has been given to the theory of hypersensitivity by a series of animal experiments commencing with the work of Rivers et al. (1933 Rivers et al. ( , 1935 . He and his co-workers produced a form of encephalomyelitis by the repeated injections of heterologous brain emulsions. Subsequently the induction of such an encephalomyelitis, now usually termed allergic encephalomyelitis, has been simplified by the addition of various adjuvants (notably dead tubercle bacilli) to the emulsion. With such adjuvants the disease can be produced with emulsion of homologous brain tissue. By varying the dosage, chronic forms of encephalomyelitis can be produced. This experimental disease is possibly analogous to the acute encephalomyelitis that follows vaccination or infectious fevers and sometimes occurs spontaneously in man.. The disease, once induced, has no power to spread or relapse. Valuable as such work undoubtedly is, it should be emphasized that disseminated sclerosis has not been reproduced in animals. Allergic encephalomyelitis will, however, prove to be a useful experimental weapon for the study of the demyelinating process.
The production of focal demyelination in animals by the use of poisons that interfere with the oxidation of nerve tissue has suggested that the disease, is due to a primary enzyme disorder (Weston Hurst, 1942 There is a primary aetiological factor which remains unknown, but which operates more readily when certain secondary, or conditioning, factors are present, but as the process of demyelination in animals is a reaction form produced by numerous widely different agents, it cannot be denied that the lesion of disseminated sclerosis may also be a reaction form to a primary factor varying from case to case.
Livestock production is an important industry in the United States. Dairy and dairy-beef production has been attracted by the big cities, particularly in the East and in the Lake States, whilst beef-production predominates in the prairie and mountain areas. The resulting widespread movement of cattle, whether for show purposes or for seasonal changes of pasture, has and will always afford an enormous opportunity for the spread of contagious disease throughout the country.
To counteract this, the Bureau of Animal Industry was formed in i884. Its first big task was to fight contagious pleuro-pneumonia which was then spreading to become a menace. Its eradication was completed by i892. Further experience was obtained with foot-and-mouth disease, tick fever and sheep and cattle scab, which all in turn yieldec to concerted measures so that by 1917 both cattle breeders and general public were to some extent aware of the possibilities of animal health control.
Demands for action against bovine tuberculosis were first made by public health authorities whilst the livestock industry was expanding to meet population needs. The Koch's tuberculin diagnostic reaction had been in use since i892. So much for the effectiveness of the campaign; what has it cost ? Since I9I7 a total of 269,650,000 dollars has been spent, considerably more than half of the sum coming from state and county sources. Two-thirds of the sum has been paid directly to farmers as indemnity for the more than 4,000,000 infected cattle which have been slaughtered. The cost per infected animal has been roughly 67 dollars, of which 45 have been paid directly to the farmer. The total cost considered over the 32 years since the inception of the scheme has been approximately io cents per head per year for all the cattle on United States farms.
For the year I948 the total cost of the programme was 3,370,ooo dollars, or about 4 cents per head of cattle throughout the country.
Surely this is cheap insurance.
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